A single protein of 12 kl)a, pl2 is encoded by the HTLV-I genome from both the singly spliced mRNA pX-ORF-I and doubly spliced mRNA pX-rex-ORF-I. While many full-length sequences of HTLV-1 are known, data on the pi2 region of African STLV-I are unavailable. We have undertaken to sequence the pi2 gene in STLV-I from Central and West African naturally infected primates, and have compared them to known pl2 sequences of HTLV-I.
Given the close genetic relationship between HTLV and STLV in regions for which nucleotide sequence data have previously been reported, the genetic differences in the pi2 region are of potential interest for explaining the apparent differences in pathogenesis of these viruses. Furthermore, using nonhuman primates as models for HTLV-I infection could facilitate the understanding of underlying mechanisms in HTLV-I/STLV-I pathogenesis. 24) begins with GUG (Val-triplet) (Fig. 3 ). This GUG codon may encode both valine and methionine. Interestingly, the pl2 start codon is also deleted in HTLV-I (EL),18 but all other previously reported HTLV-I strains strictly maintain the AUG codon. A unique feature of all African STLV-I pl2 sequences reported here, compared to the known HTLV-I strains, is the presence of premature termination codons and/or truncations (Fig. 3) . Interestingly, in STLV-I strains this stop codon (UAG) was located at aa residue 91, except for STLV-I (Tan 14) , showing the distribution of hydrophobic residues (aa residues within the square). Helical wheel was constructed using PIP.
Another interesting feature of the pi2 protein is the presence of leucine-rich (LR) domains or leucine-zipper motifs (LZMs; Fig. 4 (Figs. 2 and 3 ). Some STLV-I strains displayed unique LR domains between amino acid residues 35^12,45-52, 61-68, and 64-72 (Fig. 3) . It has previously been observed22 that isoleucine can also participate in the formation of leucine zipper motifs and this possibility exists in the pl2 of both STLV-I and HTLV-I (Fig. 4) .
The peptide sequence also showed signature changes that are specific to either STLV-I from Africa or specific to both STLV-I and HTLV-I from Africa, and such changes may be useful in subtyping of these viruses (Fig. 3) .
Hydropathic analysis ofpl2 peptide
The hydropathic profiles (Fig. 5) demonstrated the pl2 peptide is highly hydrophobic (Fig. 5) . A single hydrophilic region common to both STLV-I and HTLV-I was located between amino acid residues 80 and 90, whereas another hydrophilic region found only in pi2 of STLV-I was located between amino acid residues 45 and 50 (Fig. 5) . These hydrophilic regions in the pl2 of HTLV-I and STLV-I may represent antigenic sites. Interestingly, there is a different distribution of hydrophobic residues in the pl2 between HTLV-I and STLV-I. As shown by helical wheel analysis (PIP in GCG package) 55% of the residues in STLV-I are hydrophobic, in contrast to 66% in HTLV-I (Fig. 6 ).
In vitro translation ofpi 2
As predicted from our peptide sequences, the pl2 is larger in size in HTLV-I (99 aa) and smaller in STLV-I (91 and 87 aa, respectively) (Fig. 7) . Molecular weight calculations, using the software DNA 1.8, respectively) (Fig. 7) . Molecular (Fig. 7) . Also interesting to note is that STLV-I (pat 24) pl2 clone, which has GUG (Valtriplet) instead of ATG (Met-triplet) as a start codon, could also be translated in vitro. Although we could not obtain any sequence data from STLV-I-22, interestingly the cloned ORF could be translated, revealing a protein of 91 aa (Fig. 7) .
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